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Adult hippocampal neurogenesis (AHN) in mammals peaks in early postnatal/juvenile periods
and is strongly down-regulated thereafter. Depending on species, it may disappear rapidly in adult
individuals, or persist at very low levels for a lifetime. Commonly, higher levels of AHN inmammals
are thought to provide mental flexibility allowing for adapting to new ecological niches. But
why does natural selection not prevent down-regulation of AHN, and why should a rudimentary
proliferation rate in humans provide reproductive fitness even for aged individuals? The problem is
compounded by species-specific behavioral manifestations of hippocampal functions that depend
on brain size and ecological niches. Moreover, in laboratory rodents, proliferation levels of AHN
and behavioral covariates appear unpredictable and context-sensitive. Conversely, one might ask
why evolutionary mechanisms tolerate in nearly all mammals a certain level of early postnatal or
subadult AHN. Specifically, the hypothesis of cognitive flexibility appears odd in species in which
AHN is massively reduced in early infancy such as in humans. I suggest that early but not late
AHN plays a hidden role in developing randomly different epigenetic personality traits in local
populations. Such traits may counteract or enhance natural selection of the underlying genetic
architecture—a process known as genetic assimilation.
In mammals, protracted neurogenesis occurs in subventrical zones (SVZ) from which
neuroblasts migrate rostrally to the olfactory bulb (rostral migratory stream, RMS) and from
a secondary proliferation zone in the dentate gyrus, the subgranular zone (SGZ). The ongoing
postnatal proliferation there is denoted as “adult” hippocampal neurogenesis (AHN). Molecular
markers for migration and differentiation are often not correlated with basic levels of AHN in
many species. For example, doublecortin (DCX) is a reasonable proxy for estimating proliferation
rates in mice and rats. In other species such markers persist for long periods after the cessation
of proliferation or appear even generated de novo (Amrein, 2015; Penz et al., 2015; Lipp and
Bonfanti, 2016). Therefore, AHN and its potential relation to natural selection will refer here to
simple proliferation only. After all, it is the dogma-breaking role of persisting neurogenesis that
dominates the public view of AHN.
THE MAIN PROBLEMS
The evolutionary role of AHN in mammals is not understood. The most straightforward
explanation shared by many has been offered by Kempermann (2012, 2016) who claims
that AHN is an evolutionary recent addition since it is linked with the mammalian
hippocampus, which itself is unique for mammals. As the human hippocampus is mediating
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complex forms of memory, the putative beneficial role of
AHN for human memory is extrapolated from rodent studies
to humans and to other mammalian species. Thus, cognitive
flexibility originating from AHN should provide mammalian
species with superior abilities for adapting to new environments.
This view bears some problems, namely the role of the
hippocampus in mammalian behavior, the different levels of
AHN in various species, the differential down-regulation of AHN
across species, and the process of natural selection in small
populations.
DOES NATURAL SELECTION ACT ON
BEHAVIORAL TRAITS DEPENDING ON
AHN?
To answer this, one would need to know what behaviors and
abilities are clearly correlated with hippocampal structural traits
including AHN. Perhaps surprisingly, the situation is not clear
since even laboratory rodents show a bewildering variety of
hippocampus-dependent behaviors, mostly ignored by AHN
research. For one, they include natural behaviors such as food
burrowing and nest building (Deacon et al., 2002), and social
behavior (Ely et al., 1976). Better known are many learning
paradigms including simple two-way avoidance (Lipp et al., 1989)
and cognitive behaviors such as spatial navigation and pattern
separation.
Why is such diversity not known for humans? The
human hippocampus interacts chiefly with higher-order
association cortex mostly lacking in rodents (Figures 1A,B),
see also Dong (2008). In addition, the rodent hippocampus
integrates less “cognitive” input with subcortical limbic
structures (Figures 1B,D). In both species (Figures 1C,D),
the hippocampal loops form the ultimate associative cortex.
However, in rodents this structure must also handle functions
relegated to specialized cortex regions in humans (Bergmann
et al., 2016), being therefore multifunctional. Furthermore, the
rodent hippocampus blends hypothalamic and basal forebrain
activity into input/output loops connecting to fronto-limbic
cortical areas. Thus, the hippocampus is likely to be involved in
modulation of many species-typical behaviors. The prevailing
uncritical bidirectional extrapolation from human hippocampal
functions to rodents and vice versa has led to some ill-founded
views.
For example, many researchers and editors believe now
that AHN is specifically critical for complex tests involving
pattern separation, the human ability to memorize fine-grained
differences in spatial or contextual environments (Sahay et al.,
2011). Yet the behavioral evidence for this conclusion is shaky
as it was obtained in mice exposing them to test situations
requiring gradually recognizing subtle differences in spatial
arrangements of threatening situations. But small rodents cannot
afford to discriminate subtleties of threats such as the color
and size of a cat and must react immediately. Obviously,
AHN-dependent pattern separation is useful for survival of
rodents only if it works at once, and this demonstration is still
lacking.
CAN VARIABLE STRUCTURAL TRAITS IN
GRANULE CELLS AND MOSSY FIBERS
MEDIATE BEHAVIOR AND BEING
TARGETED BY NATURAL SELECTION?
The extent of the so-called intra/infrapyramidal mossy fiber
projection (IIP-MF) correlates genetically and individually
with behavioral traits, not all of them being considered as
“hippocampal” (Lipp et al., 1989). Variations of IIP-MF in
mice co-vary positively with predictability of ongoing behaviors,
and respond rapidly to selective breeding and natural selection
(Lipp and Wolfer, 1995, 2002, 2013). Therefore, developmental
variations in the distribution of the granule cell axons can predict
behavioral traits of adults.
On the other hand, it is difficult to find in rodents
consistent correlations between individual numbers of newly
generated neurons and individual behaviors. A likely reason is
that the extent of the IIP-MF is determined during the first
postnatal days of rodent pups, and remains rather stable during
adulthood. Conversely, AHN in rodents is extremely sensitive
to environmental changes, activity and stress levels, and appears
influenced by about 190 genes (Kempermann et al., 2006). It also
changes strongly during life history as explained below. Thus,
functional relations between AHN and behaviors in mice and
rats are masked by excessive temporal variability of the structural
substrate, possible interactions with learning, and by the multi-
functionality of the rodent hippocampus. This may explain the
huge number of behavioral AHN studies with discordant results
(Lipp and Bonfanti, 2016). Exceptions with more predictable
outcome are some naturalistic behaviors. Genetic suppression
of AHN resulted in impairments of species-typical behaviors
and sucrose preference in mice (Jedynak et al., 2012) and rats
(Snyder et al., 2016). Studies of individual correlations showed
positive correlations of AHN levels with sucrose preference (Hu
et al., 2016), and with roaming in large enclosures (Freund et al.,
2013). Conversely, reactions to novelty correlated negatively with
the number of proliferating neurons (van Dijk et al., 2016). But
even for species-typical behaviors, their relation to AHN appears
unpredictable. Yet natural selection requires that behavioral
phenotype and genotype should be strongly linked. It is thus
difficult to see how natural selection could act on cognitive or
species-typical behaviors linked unpredictably to AHN, and even
more difficult to imagine selective pressure on increased AHN in
species in which it is already sparse early in life.
AHN IS STRONGLY DOWN-REGULATED
BUT IS BOTTOMING OUT AFTER TWO
YEARS, INDEPENDENT OF SPECIES
AHN diminishes with age, initially considered as a normal
aging process. However, studies in mice showed that AHN
is exponentially decreasing after 7 weeks of age till about 4
months—during peak conditions for reproduction—and leveling
off afterwards (Ben Abdallah et al., 2010). A strong decline
during the first year of life has now been documented repeatedly
for humans (Knoth et al., 2010; Dennis et al., 2016, 2017).
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FIGURE 1 | (A) Proportions of associative and sensori-motor association cortex differ in humans and rodents, see also (Dong, 2008). (B) Associative cortex in rodents
is formed mostly by the hippocampal formation. (C) Human hippocampal loops receive reduced columnar activity patterns from cortex areas, aligning them to parallel
(“trisynaptic”) loops that permit transformation of input/out patterns by Schaffer collaterals in CA3 and CA1. Different colors of rectangles indicate a progressive
reduction of cortical activity pattern for representation in the hippocampal formation (Lipp, 2015). (D) Corresponding view in rodents in which the input to the
hippocampal loop system originates chiefly from non-associative cortex regions but also from subcortical structures. Random dispersal of newly born cells in the
dentate gyrus may prime the early postnatal development into different behavioral phenotypes and personalities.
Weissleder et al. (2016) have reported a further decrease from
years 21 till 91, yet starting from a low level. Other markers of
proliferative activity in the human hippocampus did not show an
age-dependent decline. Thus it makes sense to distinguish early
vs. late AHN.
The belief in a functional role of AHN in aged humans is
supported solely by a widely cited study by Spalding et al. (2013)
even though it remains controversial among experts. Using the
decay of radioactive C14 in human hippocampi, they calculated
daily turnover rates of 700 cells per day among 20 millions
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granule cells. However, they miscalculated proliferation levels in
mice and concluded—widely cited also—that AHN in 40 year-old
humans is comparable in proliferation levels to correspondingly
aged mice (for details see Lipp and Bonfanti, 2016).
In comparative terms, the work of Amrein et al. (2011) has
shown that strong down-regulation of AHN occurs in many
species regardless of life span and ecological conditions. A
bottom in proliferative activity is reached in both mice and
men after about 2 years, and AHN is continuing at minimal
rates independent of the life span of the species. These findings
make cross-species comparability of AHN and life history
questionable.
For example, we had hypothesized that the decay of AHN
in humans might follow a much slower pace, bottoming
out at the age of about 30 years (Amrein and Lipp, 2009).
This view might have explained some typical transitions
in human life history such as the emergence of long-term
memory at the expense of short-term memory in children
(Yim et al., 2013; Akers et al., 2014). Likewise, it would
have fitted the transition from exuberant and reckless juvenile
behavior to cautious adult behavior—a characteristic of the
maturation of the hippocampus as postulated by Altman et al.
(1973). The general idea was that the input-output patterns
of the hippocampal formation between the loops crossing
the hippocampal formation (Figures 1C,D) would initially be
kept malleable by the AHN-dependent production of juvenile
excitable granule cells. The down-regulation of AHN would
then entail a fixation of input-output relations associated with
acquired and species-typical behaviors optimal for a given
environment. This concept would make sense in species in
which the initial reduction of AHN covers pre- and post-puberty
and early adulthood such as in mice or rats. In these species,
the altered hippocampal physiology might be of evolutionary
adaptive value. Therefore, natural selection might favor strong
early AHN followed by a period of fixing behavioral traits.
However, in humans the decay period falls into a time window
with reduced behavioral expression and cognitive abilities.
Moreover, it is accompanied by an enormous (non-proliferative)
growth of dendrites and connections in the forebrain. This
raises the question whether early peaking of AHN and down-
regulation with late bottoming-out is useful for humans at
all.
WHY IS LATE HUMAN AHN NOT
ENHANCED BY NATURAL SELECTION?
The most parsimonious answer is that continuing low-level
AHN does not matter at all, assuming that the addition of
700 new cells per day (if this can be proved) has a negligible
impact on adult on human hippocampal functions. Nowadays,
this view has become almost heretical. But one might rightly
ask why a putative beneficial structural trait has been curtailed
in humans and not increased by natural selection. At present
there is no answer. A conceptually related question is why
natural selection has (regrettably) not increased the intelligence
quotient in humans from an average of 100 to one of 140
points. Obviously, reproductive fitness—a benchmark of
evolution—is not strongly correlated with cognitive abilities.
Its reproductive advantage is counteracted by competing
traits such as physical attractiveness and, among males,
physical strength and aggression, not infrequently at the
disadvantage of courting academics. For human AHN,
the reasons are less obvious. Possibly, the emergence of
highly excitable young neurons may interfere with the
orchestrated development of other granule cell functions
(Drew et al., 2016), or it is even impairing normal cognitive
function (Walton et al., 2012). Alternatively, hippocampal
functionality and granule cell excitability is regulated by
other mechanisms than simple proliferation. Whatever
reasons, it would seem that AHN in humans is suppressed
early in ontogeny, in parallel with neurogenesis in the SVZ,
probably also in other primate species (Lipp and Bonfanti,
2016). It is thus difficult to see why natural selection should
preserve a small and dwindling cell population in the
human dentate gyrus. This would require showing that late
human AHN has a clearly beneficial effect on reproductive
fitness or is advantageous for the survival of the group
members.
BUT WHY IS EARLY POSTNATAL AHN
MAINTAINED EVEN IN HUMANS?
On the other hand, comparative analysis across mammals
(Amrein, 2015; Patzke et al., 2015) suggests that an initial level of
AHN ismaintained inmost species, at least in those in which age-
dependency could be investigated. Differences between orders
and species emerge primarily in the time course of the decay
within a span of 2 years, and in the molecular differentiation
of the newly generated cells (Amrein, 2015). Up to now, a
coherent picture of how species differences in AHN relate to
ecological conditions must remain speculative, chiefly because
of low sample sizes and problems in quantifying age levels.
However, the typical time course of AHN in mammals must
provide some variable advantages in terms of natural selection,
perhaps more in short-living rodents than in primates and other
species.
EARLY HIPPOCAMPAL NEUROGENESIS
MAY PRIME RANDOMLY THE
DEVELOPMENT OF PERSONALITY TRAITS
The problem in humans is to find a useful function for early
postnatal neurogenesis during a period of reduced cognition.
This function ought to provide a target for natural selection in
adults in order to maintain this developmental trait. One might
argue that hippocampal neurogenesis in such an early postnatal
stage could help in organizing the development of forebrain
circuitry underlying cognitive processing, e.g., the emergence of
language. But this should have consequences for adult behavior
many years later. Yet it remains questionable whether individual
differences in language development do have an impact on
evolutionary relevant adult behavior.
Frontiers in Neuroscience | www.frontiersin.org 4 July 2017 | Volume 11 | Article 420
Lipp Hippocampal Neurogenesis Priming Personality Traits?
On the other hand, personality traits such as risk-taking
behavior or food preferences must have been obvious
targets for rapid natural selection during human evolution,
specifically in small populations. In larger populations, genetic
variation balances competing traits, permitting rapid natural
selection of carriers fitting into a changed environment.
However, in smaller groups natural selection, for example
for timidity, might rapidly eliminate genetic variation
supporting risk-taking behavior. This can reduce the ability
of genetically adapting to new environments suddenly favoring
risk-takers.
Loss of evolutionary plasticity due to natural selection is
a common problem for small populations in many species.
A possible mechanism counteracting such processes is the
early development of personality traits in absence of genetic
variation. The unpredictable occurrence of correlations between
AHN and personality traits in isogenic rodents suggests that
such personality traits emerge randomly. For example, sucrose
preference shows strong genetic variability in mice and humans
(Reed et al., 1997). Yet testing inbred mice for sucrose
preference shows often a minority of individuals with initial
taste neophobia, indicating that this long-lasting trait can develop
purely epigenetically, remaining correlated in rats with individual
levels of AHN (Hu et al., 2016). Sweet preference is an adaptive
trait that seemingly deserves to be naturally selected, fixing it
rapidly genetically. However, this might be fatal for a population
as soon as sucrose becomes associated with toxins. But if there
are epigenetic traits for taste neophobia, these individuals will not
be eliminated rapidly and natural selection might start selecting
alleles promoting taste neophobia, a process known as genetic
assimilation (Renn and Schumer, 2013).
This idea is in line with recent findings of an elegant
study using a chemogenetic approach to inactivate selectively
perinatally and postnatally born olfactory neurons in mice
(Muthusamy et al., 2017). They found that perinatally born
neurons were controlling innate fear responses to predator
odor, while neurons born 6 weeks later appeared to control
the acquisition of novel appetitive odors. Thus, newly added
neurons may prime novel preferences without erasing critical
responses for survival. A second example is the individual
propensity for roaming, often taken as a measure for risk-
taking behavior. Again, individual correlations between levels
of AHN and “exploratory” activities have been reported for
inbred mice (Freund et al., 2013; van Dijk et al., 2016).
Therefore, developmental randomization of behavioral traits
by means of AHN at very early ages might predict later
gustatory and olfactory preferences, plus roaming activity, not
only in mice but also in humans. After all, from 110,000 years
ago humans had to survive evolutionary critical bottlenecks
by switching to a mussel diet (Marean, 2016)—certainly not
the preferred food of most primates. Likewise, the presence
of roamers and non-roamers in a population helps to find
new habitats. Thus, the evolutionary gain of AHN in most
mammalian species including humans might not be cognition
but regulating the degree of genetic assimilation of behavioral
traits of fundamental importance for adaptation to new
habitats.
AUTHOR CONTRIBUTIONS
The author confirms being the sole contributor of this work and
approved it for publication.
FUNDING
Writing of this paper was supported by intramural funds of the
University of Zurich.
ACKNOWLEDGMENTS
I thank Irmgard Amrein and David Wolfer for critical reading,
and Irina Lipp for administrative support.
REFERENCES
Akers, K. G., Martinez-Canabal, A., Restivo, L., Yiu, A. P., De Cristofaro,
A., Hsiang, H. L., et al. (2014). Hippocampal neurogenesis regulates
forgetting during adulthood and infancy. Science 344, 598–602.
doi: 10.1126/science.1248903
Altman, J., Brunner, R. L., and Bayer, S. A. (1973). The
hippocampus and behavioral maturation. Behav. Biol. 8, 557–596.
doi: 10.1016/S0091-6773(73)80144-0
Amrein, I. (2015). Adult hippocampal neurogenesis in natural
populations of mammals. Cold Spring Harb. Perspect. Biol. 7, 1–19.
doi: 10.1101/cshperspect.a021295
Amrein, I., Isler, K., and Lipp, H. P. (2011). Comparing adult hippocampal
neurogenesis in mammalian species and orders: influence of
chronological age and life history stage. Eur. J. Neurosci. 34, 978–987.
doi: 10.1111/j.1460-9568.2011.07804.x
Amrein, I., and Lipp, H. P. (2009). Adult hippocampal neurogenesis of mammals:
evolution and life history. Biol. Lett. 5, 141–144. doi: 10.1098/rsbl.2008.0511
Ben Abdallah, N. M., Slomianka, L., Vyssotski, A. L., and Lipp, H. P.
(2010). Early age-related changes in adult hippocampal neurogenesis in
C57 mice. Neurobiol. Aging 31, 151–161. doi: 10.1016/j.neurobiolaging.2008.0
3.002
Bergmann, E., Zur, G., Bershadsky, G., and Kahn, I. (2016). The organization
of mouse and human cortico-hippocampal networks estimated
by intrinsic functional connectivity. Cereb. Cortex 26, 4497–4512.
doi: 10.1093/cercor/bhw327
Deacon, R. M., Croucher, A., and Rawlins, J. N. (2002). Hippocampal cytotoxic
lesion effects on species-typical behaviours in mice. Behav. Brain Res. 132,
203–213. doi: 10.1016/S0166-4328(01)00401-6
Dennis, C. V., Suh, L. S., Rodriguez, M. L., Kril, J. J., and Sutherland, G. T. (2016).
Human adult neurogenesis across the ages: an immunohistochemical study.
Neuropathol. Appl. Neurobiol. 42, 621–638. doi: 10.1111/nan.12337
Dennis, C. V., Suh, L. S., Rodriguez, M. L., Kril, J. J., and Sutherland, G. T.
(2017). Response to: comment on “Human adult neurogenesis across the ages:
an immunohistochemical study.” Neuropathol. Appl. Neurobiol. 43, 452–454.
doi: 10.1111/nan.12394
Dong, H. W. (2008). The Allen Reference Atlas: A Digital Color Brain Atlas of the
C57Bl/6J Male Mouse. Hoboken: John Wiley & Sons.
Drew, L. J., Kheirbek, M. A., Luna, V. M., Denny, C. A., Cloidt, M. A., Wu, M.
V., et al. (2016). Activation of local inhibitory circuits in the dentate gyrus by
adult-born neurons. Hippocampus 26, 763–778. doi: 10.1002/hipo.22557
Ely, D., Greene, E. G., and Henry, J. P. (1976). Minicomputer monitored
social behavior of mice with hippocampus lesions. Behav. Biol. 16, 1–29.
doi: 10.1016/S0091-6773(76)91082-8
Frontiers in Neuroscience | www.frontiersin.org 5 July 2017 | Volume 11 | Article 420
Lipp Hippocampal Neurogenesis Priming Personality Traits?
Freund, J., Brandmaier, A. M., Lewejohann, L., Kirste, I., Kritzler, M., Kruger, A.,
et al. (2013). Emergence of individuality in genetically identical mice. Science
340, 756–759. doi: 10.1126/science.1235294
Hu, P., Wang, Y., Liu, J., Meng, F. T., Qi, X. R., Chen, L., et al. (2016).
Chronic retinoic acid treatment suppresses adult hippocampal neurogenesis,
in close correlation with depressive-like behavior. Hippocampus 26, 911–923.
doi: 10.1002/hipo.22574
Jedynak, P., Jaholkowski, P., Wozniak, G., Sandi, C., Kaczmarek, L., and
Filipkowski, R. K. (2012). Lack of cyclin D2 impairing adult brain neurogenesis
alters hippocampal-dependent behavioral tasks without reducing learning
ability. Behav. Brain Res. 227, 159–166. doi: 10.1016/j.bbr.2011.11.007
Kempermann, G. (2012). New neurons for ‘survival of the fittest’. Nat. Rev.
Neurosci. 13, 727–736. doi: 10.1038/nrn3319
Kempermann, G. (2016). Adult neurogenesis: an evolutionary perspective. Cold
Spring Harb. Perspect. Biol. 8:a018986. doi: 10.1101/cshperspect.a018986
Kempermann, G., Chesler, E. J., Lu, L., Williams, R. W., and Gage, F. H. (2006).
Natural variation and genetic covariance in adult hippocampal neurogenesis.
Proc. Natl. Acad. Sci. U.S.A. 103, 780–785. doi: 10.1073/pnas.0510291103
Knoth, R., Singec, I., Ditter, M., Pantazis, G., Capetian, P., Meyer, R. P., et al. (2010).
Murine features of neurogenesis in the human hippocampus across the lifespan
from 0 to 100 years. PLoS ONE 5:e8809. doi: 10.1371/journal.pone.0008809
Lipp, H.-P. (2015). Über die Organisation des Gedächtnisses: ein neuro-
biologisches Modell zum Verständnis der unbewussten Erinnerung.
Psychotherapiewissenschaft 5, 24–32.
Lipp, H. P., and Bonfanti, L. (2016). Adult neurogenesis in mammals: variations
and confusions. Brain Behav. Evol. 87, 205–221. doi: 10.1159/000446905
Lipp, H. P., Schwegler, H., Crusio, W. E., Wolfer, D. P., Leisinger-Trigona, M.
C., Heimrich, B., et al. (1989). Using genetically-defined rodent strains for the
identification of hippocampal traits relevant for two-way avoidance behavior: a
non-invasive approach. Experientia 45, 845–859. doi: 10.1007/BF01954059
Lipp, H.-P., and Wolfer, D. P. (1995). “New paths towards old dreams:
microphrenology or the study of intact brains in intact worlds,” in Behavioural
Brain Research in Naturalistic and Semi-Naturalistic Settings: Possibilities and
Perspectives, eds E. Alleva, A. Fasolo, H.-P. Lipp, L. Nadel, and L. Ricceri
(Dordrecht: Kluwer), 1–39.
Lipp, H.-P., and Wolfer, D. P. (2002). Big brains for bad genes: non-
mental correlates of encephalization. Evol. Anthropol. 11, 126–131.
doi: 10.1002/evan.10074
Lipp, H.-P., and Wolfer, D. P. (2013). “Natural neurobiology and behavior of
the mouse: relevance for behavioral studies in the laboratory,” in Behavioral
Genetics of the Mouse. Vol. 1, Genetics of Behavioral Phenotypes, eds W. E.
Crusio, F. Sluyter, R. T. Gerlai, and S. Pietropaola (New York, NY: Cambridge
University Press), 5–16.
Marean, C. W. (2016). The transition to foraging for dense and predictable
resources and its impact on the evolution of modern humans. Philos. Trans.
R. Soc. Lond. B. Biol. Sci. 371:20150239. doi: 10.1098/rstb.2015.0239
Muthusamy, N., Zhang, X., Johnson, C. A., Yadav, P. N., and Ghashghaei, H.
T. (2017). Developmentally defined forebrain circuits regulate appetitive and
aversive olfactory learning. Nat. Neurosci. 20, 20–23. doi: 10.1038/nn.4452
Patzke, N., Spocter, M. A., Karlsson, K. A. E., Bertelsen, M. F., Haagensen, M.,
Chawana, R., et al. (2015). In contrast to many other mammals, cetaceans have
relatively small hippocampi that appear to lack adult neurogenesis. Brain Struct.
Funct. 220, 361–383. doi: 10.1007/s00429-013-0660-1
Penz, O. K., Fuzik, J., Kurek, A. B., Romanov, R., Larson, J., Park, T. J., et al. (2015).
Protracted brain development in a rodent model of extreme longevity. Sci. Rep.
5:11592. doi: 10.1038/srep11592
Reed, D. R., Bachmanov, A. A., Beauchamp, G. K., Tordoff, M. G., and Price, R.
A. (1997). Heritable variation in food preferences and their contribution to
obesity. Behav. Genet. 27, 373–387. doi: 10.1023/A:1025692031673
Renn, S. C. P., and Schumer, M. E. (2013). Genetic accommodation and
behavioural evolution: insights from genomic studies. Anim. Behav. 85,
1012–1022. doi: 10.1016/j.anbehav.2013.02.012
Sahay, A., Scobie, K. N., Hill, A. S., O’Carroll, C. M., Kheirbek, M. A., Burghardt,
N. S., et al. (2011). Increasing adult hippocampal neurogenesis is sufficient
to improve pattern separation. Nature 472, 466–470. doi: 10.1038/nature
09817
Snyder, J. S., Grigereit, L., Russo, A., Seib, D. R., Brewer, M., Pickel, J., et al.
(2016). A transgenic rat for specifically inhibiting adult neurogenesis. eNeuro
3:ENEURO.0064-16.2016. doi: 10.1523/ENEURO.0064-16.2016
Spalding, K. L., Bergmann, O., Alkass, K., Bernard, S., Salehpour, M., Huttner, H.
B., et al. (2013). Dynamics of hippocampal neurogenesis in adult humans. Cell
153, 1219–1227. doi: 10.1016/j.cell.2013.05.002
van Dijk, R. M., Lazic, S. E., Slomianka, L., Wolfer, D. P., and Amrein, I. (2016).
Large-scale phenotyping links adult hippocampal neurogenesis to the reaction
to novelty. Hippocampus 26, 646–657. doi: 10.1002/hipo.22548
Walton, N. M., Zhou, Y., Kogan, J. H., Shin, R., Webster, M., Gross,
A. K., et al. (2012). Detection of an immature dentate gyrus feature
in human schizophrenia/bipolar patients. Transl. Psychiatry 2:e135.
doi: 10.1038/tp.2012.56
Weissleder, C., Fung, S. J., Wong, M. W., Barry, G., Double, K. L., Halliday,
G. M., et al. (2016). Decline in proliferation and immature neuron markers
in the human subependymal zone during aging: relationship to EGF- and
FGF-related transcripts. Front. Aging Neurosci. 8:274. doi: 10.3389/fnagi.2016.
00274
Yim, H., Dennis, S. J., and Sloutsky, V. M. (2013). The development of
episodic memory: items, contexts, and relations. Psychol. Sci. 24, 2163–2172.
doi: 10.1177/0956797613487385
Conflict of Interest Statement: The author declares that the research was
conducted in the absence of any commercial or financial relationships that could
be construed as a potential conflict of interest.
Copyright © 2017 Lipp. This is an open-access article distributed under the terms
of the Creative Commons Attribution License (CC BY). The use, distribution or
reproduction in other forums is permitted, provided the original author(s) or licensor
are credited and that the original publication in this journal is cited, in accordance
with accepted academic practice. No use, distribution or reproduction is permitted
which does not comply with these terms.
Frontiers in Neuroscience | www.frontiersin.org 6 July 2017 | Volume 11 | Article 420
